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Indoleamine 2,3-dioxygenase 1 inhibitor for the treatment of bladder cancer—Linrodostat
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[Abstract] Bladder cancer is the most common malignant tumor of urinary system. The incidence rate of urogenital sys-
tem tumors is the first in China. Indoleamine 2,3~ dioxygenase 1 (IDOT1) is a cell solute enzyme, which can improve the tu-
mor microenvironment and cause tumor cells to produce immunosuppression. Linrodostat is a potent oral inhibitor of IDO1. In
its phase I and II clinical trials, Linrodostat showed strong efficacy on human IDO1. No clinically significant adverse reac-
tions were observed at the test dose, showing the expected effectiveness and safety. Currently, the clinical phase III trials are
being carried out. This paper briefly summarizes its pharmacological mechanism, pharmacokinetics, clinical efficacy evalua-
tion, adverse reactions, usage and dosage.
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